The replication frequency of oriC plasmids in vivo is positively affected by specific transcripts running into oriC. These transcripts that activate oriC are initiated at a promoter of a gene coding for a 161tD protein. Genetic evidence is presented for binding of the initiation factor dnaA to a specific sequence (dnaA box) upstream of this promoter. Binding of the dnaA protein to this dnaA box regulates transcription initiation negatively. It was also demonstrated that binding of dnaA protein to the 16kD promoter region is essential to accomplish the actual activation event within the origin. Replication and incompatibility experiments suggest that dnaA protein is present within the activating transcription complex. The function of dnaA in this replication control mechanism is discussed.
INTRODUCTION
Cell size and numbers were analysed with an electronic particle counter. Cell mass was measured as 0D at 450nm in a Zelss PMQ II.
Other procedures
Methods used for bacterial transformation, plasmid isolation, plasmld construction and plasmid copy-number determination were as described (13).
Stability (maintenance) of oriC-plasmids and incompatibility between pBR322-oriC hybrids and oriC-plasmids was determined as published previously (13) . Fig. 1) . Therefore, transcription termination at this site will not be suppressed by translatloaal read-through. As shown in Table I IV The specificity of P16U3 trancrlpts that positively affect minichroaosome replication when running into oriC is provided by the dnaA box. Minlchromosome pCM959 is present in about 9 copies per cell. We have suggested that this mlnlchromosome copy-number is positively regulated by transcription specifically initiated at the 16kO gene promoter (13). This observation is confirmed and extended both by indirect (plasmid stability experiments) and direct copy-number determinations of pCM959 derivatives listed in Table II Fig. 3) . Both sequences are essential for expression of lncoapatlblllty (Table III, 
